Myocardial bridge and complete heart block  by Rowe, Dennis et al.
JACC Vol 2, No.5
November 1983:1025- 9
LETTERS TO THE EDITOR
Myocardial Bridge and Complete
Heart Block
Recently. den Dulk et al. ( I) described a 35 year old man with
left bundle branch block and intermittent complete heart block.
The finding at angiography of a myocardial muscle bridge causing
systolic milking of the coronary artery and an exercise-induced
septal defect on thallium stress testing led to the speculation that
the muscle bridge produces septal ischemia. possibly resulting in
the patient's intermittent heart block.
The role of myocardial muscle bridges as a cause of Ischemia
remains controversial (2,3). The main evidence for ischemia in
den Dulk's article is the positive thallium exercise test. In our
experience such exercise-induced septal defects frequently occur
in patients with left bundle branch block who have no angiographic
evidence of coronary artery disease (4), Of seven patients we
studied, three with left bundle branch block and angiographically
normal coronary arteries had such defects. Although no large study
is available that includes thalhum stress testing in patients with
left bundle branch block. exercise studies with potassium and
rubidium isotopes in patients with left bundle branch block have
also demonstrated septal defects in a large percent of patients who
have no angiographic evidence of coronary artery disease (5).
Although the process responsible for the septal defect on thal-
lium scanning in the patient may be the same process responsible
for the intermittent complete heart block, we believethat the defect
may be associated with the left bundle branch block and unrelated
to the myocardial muscle bridge.
Myocardial muscle bridges are an incidental finding at angi-
ography or postmortem examination in a large number of individ-
uals without evidence of myocardial ischemia (2,6). We suggest
that the presence of a myocardial bridge in the patient of den Dulk
et al. may also be incidental.
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Reply
Rowe et al. share with us some concerns about the cause-effect
relation of myocardial bridges and paroxysmal AV block in our
patient. The presence of myocardial bridges at angiography in a
large percent of patients with and without coronary artery disease
( I) certainly makes one wonder about the possibility of fortuitous
fi ndings. However, the value of distinct findings in our patient
should not be underestimated. We do not agree with the comment
of Rowe et al. on the controversial significance of myocardial
bndges. Both hemodynamic and surgical studies have demon-
strated the clinical significance of myocardial bndges as a cause
of myocardial ischemia in selected groups of patients (2-5). Their
reference number 4 is unfortunately not available to us. Wackers
et al. (6). however, demonstrated that thaIhum scanning is a re-
liable method to detect coronary artery disease in the presence of
left bundle branch block. In their control group of 32 patients with
left bundle branch block, there was no evidence of sustained myo-
cardial infarction by history or serum enzyme criteria and all had
no defects by thalhum-201 scintigraphy. A total of 48 patients had
acute myocardial infarction documented by a typical rise and fall
of serum enzyme levels. Thallium-201 scmtigraphy showed myo-
cardial perfusion defects In all 48 patients enabling accurate lo-
calization of the infarction. Of these 48 patients, 16 had a docu-
mented myocardial infarction 6 months to 3 years before the study.
The location of the previous myocardial mfarcnon could be as-
sessed with certainty by thallium-20 I scintigraphy in 13 of these
16 patients.
A major finding in the study by McGowan et al. (7) to which
Rowe et al. refer was that the abnormal septal uptake of tracer at
rest was less well defined or even normal WIth exercise. Our patient
showed not only an exercise-induced defect absent at rest, but also
ST segment changes in the electrocardiogram that further suggested
ischemic changes in the anteroseptal region.
It was the Simultaneous presence of a conduction defect, severe
bridging of the left antenor descending coronary artery, exercise-
induced electrocardiographic changes and a defect in the exercise
thallium scan that led us to consider this association to be more
